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In this study, we employed the idea that disease-related proteins tend to be work as an
important factor for architecture of the disease network. We initially obtained 43 atopy-related
proteins from the Online Mendelian Inheritance in Man (OMIM) and then constructed
atopy-related protein interaction network. The protein network can be derived the map of the

relationship between different disease proteins, denoted disease interaction network. We
demonstrate that the associations between diseases are directly correlated to their underlying
protein-protein interaction networks. From constructed the disease-protein bipartite network,
we derived three diseasomal proteins, CCR5, CCL11, and IL4R. Although we use the relatively
small subnetwork, an atopy-related disease network, it is sufficient that the discovery of protein
interaction networks assigned by diseases will provide insight into the underlying molecular
mechanisms and biological processes in complex human disease system.
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5_|HEPATITIS A VIRUS CELLULAR RECEPTOR 1] 5333.2
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12 |INTERLEUKIN 13 5031
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